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We wish to thank Dr. Silver for his remarks on our manuscript "A study of predictors for hyponatraemia in patients with cervical spinal cord injury" [1] . We would like to answer his questions as follows:
In the second paragraph, he points out that we thought the hyponatremia in patients with cervical spinal cord injuries (CSCI) resulted from the increasing waste of sodium and water, which was caused by the impairment of the autonomic nervous system and inappropriate secretion of antidiuretic hormone after cervical spinal cord injury. Actually, this is one of the reasons for the onset of hyponatremia. As we have addressed in the manuscript, three possible mechanisms might contribute to the onset of hyponatremia after CSCI: water retention (caused by autonomic nervous system dysfunction, which leads to an inappropriate secretion of ADH syndrome of inappropriate antidiuretic hormone secretion (SIADH)), salt wasting (caused by the renal sympathetic innervation of the kidney is impaired, which leads to the reduction of tubular reabsorption of both Na+ and water, also known as cerebral salt wasting (CSW)), or a combination of the two.
As the main purpose of our study is trying to figure out a relationship between hyponatremia and the MRI scans, we did not include urinary sodium in this study. To the best of our knowledge, the urinary sodium excretion might be different according to the different category of hyponatremia (SIADH or CSW). A study by Harrigan [2] revealed that the urinary sodium concentration is markedly increased in CSW, while it is variable in SIADH. Verbalis et al. [3] points out that elevated urinary sodium excretion (>20-30 mmol/L), while on normal salt and water intake was considered as one of the criteria for diagnosing SIADH. In addition, the urine output of SIADH and CSW is different as well (SIADH patients will demonstrate reduced urine output, while CSW patients have a high-urine output [3] ) and it explained why we did not note the significant difference in daily urine volume.
I totally agree with Dr. Silver's view that the patient's condition can be made dangerously worse by attempts to create a diuresis. Inappropriate treatment can worsen neurological status and outcome beyond the clinical importance of hyponatremia alone. Fluid restriction is recommended as first line treatment for hospitalized patients with SIADH in both the US recommendations and European guidelines [4, 5] . However, it could worsen the condition acutely in patients with CSW. Therefore, the accurate diagnosis of CSW and SIADH is crucial because it affects treatment selection. To correct hyponatremia, we prefer to use hypertonic saline, as the response to oral NaCl might be unpredictable.
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